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Paralysis of the face results from any 
interruption to the nervous pathway from 
the cerebral cortex to the muscles. The 
character of the paralysis differs, however, 
according to whether the disease involves 
the path above the facial nucleus, the nucleus 
itself or the fibres of the nerve; thus we 
may differentiate between supranuclear 
paralysis on the one hand and intranuclear 
paralysis on the other. In the former, the 
upper muscles of the face are little, if at all, 
affected, while those in the lower half suffer 
maximally; in the latter all parts of the face 
are affected. In supranuclear paralysis 
voluntary movements are more affected than 
emotional movements, whereas in nuclear or 
infranuclear paralysis they suffer equally. 
There is also an important difference in the 
electrical reactions in the two forms. In 
supranuclear disease the reactions are 
normal, but in lesions of the nucleus or 
nerve changes occur in the fibres which 
result in the loss of conductivity and the 
preservation only of the galvanic excit-
ability of the muscle fibres. 
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Disease affecting the lower motor neurone 
either in its cell body or in its axon in the 
nerve is customarily regarded as producing 
a peripheral facial palsy, although there are 
some objections to the use of this term 
when it is applied to a lesion actually within 
the central nervous system. One hundred 
and fourteen years ago, Sir Charles Bell 
(1844) collected his observations on the 
facial and other nerves, and his name 
became attached to facial paralysis and was 
used to describe all cases of isolated peri-
pheral facial paralysis, no matter what the 
cause. As the term is currently used, Bell's 
palsy refers to those cases of peripheral 
facial palsy in which infection, injury or 
new growth can be excluded as causes, and 
also to those cases in which there is no 
evidence of a centrally placed lesion. Sir 
William Gowers (1893) clearly regarded 
Bell's palsy as a distinct entity, saying "the 
features of these cases are so uniform, 
allowing for the differences of degree, that 
we are justified in regarding the patho-
logical condition as the same in all — a 
neuritis within the Fallopian canal". 
That this group accounts for the majority 
of the cases of isolated peripheral facial 
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palsy can be seen from Cawthorne's series 
(1951) of 557 cases of facial palsy, in which 
there were 347 instances of Bell's palsy, 
compared with 39 cases resulting from pre-
sumed geniculate herpes and 11 with nuclear 
lesions. 
Ramsay Hunt (1907) first described 
facial palsy with herpes zoster, and in such 
cases it is believed that the essential lesion 
is situated at the geniculate ganglion of 
the facial nerve, as there is also an impair-
ment of lachrymation and of taste sensation. 
In many of the patients there is a herpetic 
eruption on the outer ear or on the ear 
drum, preceded by severe pain and accom-
panied by some deafness and vertigo due to 
involvement of the eighth nerve ganglia in 
the infective process. However, the rash 
and the eighth nerve symptoms may not 
occur and diagnosis can only be achieved by 
observation of the disturbance of lachryma-
tion. An objective method of investigation 
is undertaken by hinging a strip of filter 
paper on the lower eyelids, after which the 
patient inhales ammonia into both nostrils, 
The rate of lachrymation occurring can then 
be compared on each side by the speed or 
the degree of moistening of the filter paper 
strips. 
It is not proposed to discuss the facial 
nerve nuclear lesions, beyond pointing out 
that they occur in poliomyelitis, in infec-
tive polyneuropathy and in disseminated 
sclerosis. Taste and lachrymation are 
normal because the fibres subserving these 
functions separate from the facial nerve 
trunk proximal to the geniculate ganglion. 
In considering the large group of Bell's 
palsy cases it has always been difficult to 
define the exciting cause. Most workers 
believe ischsemia is the important factor, but 
few agree on how this develops. Kettel 
(1954) reported changes in the bone near 
the facial canal. He believes that most cases 
are due to ischaemia of the nerve near the 
stylomastoid foramen. As a response to the 
lack of blood supply, the nerve loses its 
conductivity and localized venous stasis 
develops with swelling of the nerve; sec-
ondary compression of the nerve in the 
canal occurs. 
Although Sullivan and Smith (1950) 
showed experimentally that this series of 
changes could follow exposure to cold, this 
factor cannot account for all cases; indeed 
it may not be a proximate cause but may 
merely exploit a pre-existent defect of 
vascular supply. 
There have been only a few reports of 
histological examination of affected nerves, 
Signs of inflammation have been absent 
in all. Ballance and Duel (1932) examined 
the nerve trunk in life and reported that 
after severe and prolonged paralysis the 
nerve trunk above the stylomastoid foramen 
was swollen. 
Subsequently the binocular dissecting 
microscope with ten diameters of magnifica-
tion has been used by several groups of 
workers and has revealed sharply localized 
constriction of the affected nerve above the 
stylomastoid foramen. Above this point the 
nerve was severely swollen for a distance 
varying from 0*5 to 1 cm. In the swollen 
area there were grossly distended blood 
vessels and pink-tinged, frankly haemor-
rhagic areas. 
Although it is repeatedly stated that 80% 
to 85% of cases of Bell's palsy recover com-
pletely and without aid, the fact should cer-
tainly not be overlooked that in many of 
these the paralysis remains incomplete 
throughout the course of the disease. In 
1893 Gowers remarked that the existence of 
complete paralysis for over a month results 
usually in permanent defect in facial move-
ment. 
Cawthorne (1951) reported 178 cases 
which he observed without surgical inter-
vention during a period of six months. Of 
these, 111 were complete and 67 incomplete. 
In the incomplete group 85% gained full 
recovery, while in those which were com-
plete only 42% achieved this result and 6% 
showed no recovery after six months. 
Because of this variation in the natural 
history of the disorder attempts have been 
made to assess the functional state of the 
nerve by investigating its ability to transmit 
a faradic stimulus. Unfortunately, as 
degeneration in the affected nerve takes up 
to three weeks, during which time conduc-
tivity gradually fails, it is impossible to 
determine the physiological state in the nerve 
before this time has elapsed. Cawthorne 
and Haynes (1956) feel that electrical con-
ductivity is best recorded as intensity-
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duration curves and they showed that when 
faradic response was reduced or absent, the 
complete recovery rate fell to 30% in the 
first instance and to 7% in the latter. 
On the results of this and other electrical 
reactions, a decision whether or not to 
employ surgery is made. If there is no 
favourable change in electrical reactions at 
the end of four weeks, then I believe that 
surgical decompression of the descending 
portion of the facial nerve should be under-
taken. Despite the fact that a proportion 
of these patients, if untreated, will show 
some degree of recovery within six months, 
decompression will produce a more satis-
factory recovery. 
Supposedly the time-honoured supportive 
measures are alternative to surgical manage-
ment. I would submit that they are of 
immeasurable importance and are strictly 
complementary to surgery. The drooping 
mouth should be supported with a hook 
attached to the dental plate, if there is one, 
and gentle interrupted galvanism should be 
applied three or four times weekly to keep 
the muscles in good tone during the stage 
of complete paralysis. At the first sign of 
return of voluntary movement, active exer-
cises in front of a mirror are performed 
thrice daily following manipulation of the 
muscles with grease-covered fingers. 
SUMMARY 
My purpose has been to survey some of 
the clinical features of peripheral facial 
paralysis and to indicate to you current 
thought on the management of this regret-
tably common and disfiguring illness. In 
this I have tried to place surgical treatment 
in the correct perspective and to indicate 
the important role played by the competent 
physiotherapist both in electrodiagnosis and 
treatment. 
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